Effect of molsidomine, an anti-anginal drug, on arachidonic acid metabolism in human platelets.
Sin-1, an active metabolite of molsidomine which antagonizes platelet aggregation, was tested upon the oxygenation of arachidonic acid (AA) in these cells. While Sin-1 did not affect the formation of oxygenated derivatives of exogenous AA, it decreased markedly that of endogenous AA when platelets were triggered with thrombin or the calcium ionophore A23187. These results indicate that Sin-1 is an inhibitor of the liberation of AA from platelet phospholipids presumably by inhibiting phospholipase activity itself.